Introduction.
Study of the installation of motor functioning during myogenesis is of the utmost importance in promoting the understanding of muscle development. It is not known if the trophic influence of the neuron, as shown in the adult (Buller et a/., 1960 ; Lewis, 1965) , has the same importance during myoblast differentiation ; the reciprocal nerve-muscle interactions during this period are not well known either. The separation of the different molecular forms of acetylcholinesterase (AchE, E.C. 3.1.1.7) (see review by Rosenberry, 1975) seem to be a means of showing the existence of neuromuscular relations. AchE catalyses the hydrolysis of acetylcholine released at the cholinergic synapses in the nervous system or at the neuromuscular junction (Katz, 1969) . In muscles, AchE is highly concentrated at the motor endplate where it terminates the action of the neurotransmitter on the post-synaptic membrane ; it is readily detected at the myotendinous junctions, in the sarcotubular system and also occurs in muscular areas which lack endplates (Tennyson et al., 19771 . Its physiological role in these regions is unknown. AchE occurs in vertebrate tissues in a number of molecular forms, as shown by their sedimentation coefficients on sucrose gradients (Massoulie and Rieger, 1969) . Two types of molecular form may be distinguished, a globular form (mono, di and tetrameric forms) and an asymmetric one containing one, two or three tetramers with a collagen-like tail (Massoulie et a/., 1980 ; Rosenberry and Richardson, 1977 ; Allemand et al., 1981) . None of these forms is specific to a particular function, except for the highest molecular weight asymmetric forms, A 12 , which seems to be associated with motor endplates and/or functional activity (Hall, 1973 ; Jedrzejczyk et al., 19811. ) .
In Weinberg and Hall, 1979) ? These questions have been the subject of numerous papers these last few years (Massoulie, 1980 ;  Koenig, 1979) and there is now a consensus of opinion as to the existence of linked species differences.
In every case in the rat, the A!2 form is localized where the fibers have neuromuscular contacts, i.e. endplate zones or when the neuromuscular contacts appear during myogenesis (Rotundo and Fambrough, 1979) . Nerve-free segments or denervated muscles are deprived of the 16 S form . Thus, in the rat, the high molecular weight of the 16 S form may be considered as a biochemical indicator of nerve-muscle contacts (Vigny et al., 19761. In human muscles and in twitch muscles of the chicken, the A i2 form is not restricted to the endplate zone ; it is present in nerve-free segments in the same proportions as in the neuromotor area (Silman et al., 1978) . However, this form is absent in non-innervated muscles. The link, heavy form A!Z-motor innervation, is always true. But the enzyme is not localized only at the endplate level and the motor nerve has solely an inductive role ; there is still inductive unity but no localization unity. Thus, in humans as in chickens, the A!2 form cannot be considered as a biochemical indicator of the motor endplate. However, its presence in only innervated muscle confirms its relations with the neuromotor function. This aspect constitutes the point of convergence of the indicator properties of the A!2 form in the different studied species and raises the question of the nature of inductive nervous factors (Sohal and Holt, 19801. This problem is usually a subject of controversy. It seems, however, that motor activity plays a preponderant role in the presence and maintainance of the A 12 form. Since the work of Lomo and Rosenthal (1972) , the influence of motor activity on muscle properties has been studied often both in vivo and in vitro. ln vitro studies have shown the difference between the roles of neurotrophic and neuromotor activity in the induction and maintainance of the A!2 form. Our personal observations on 21-day old cultures of chicken pectoralis major (Nougues and Bacou, to be published), as those of Kato et at (1980) , show that the continued contractions of fibers grown in vitro are sufficient to determine the existence of the A!z form ; nerve-muscle contact is not necessary (Rubin et al., 1980) . Work in the rat is more advanced. It has been shown that the A!2 form is synthesized in vitro in ordinary muscle cultures only if the cultured myoblasts have been taken from tissues previously containing-this form in vivo 
